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Summary. Background:Associations between vascular disease
and ABO(H) blood groups have a long history, but no
consensus exists regarding its magnitude and signiﬁcance, or
whether it relates to all disorders equally. An accurate
calculation of risk would allow direct assessment of whether
the eﬀects of non-O status on thrombosis risk are of the
magnitude predicted by its eﬀect on von Willebrand factor/
FVIII levels. Methods and results:We conducted a systematic
review and meta-analysis of studies reporting associations with
non-Oblood groups. This gave pooled odds ratios of 1.25 [95%
conﬁdence interval (CI) 1.14–1.36] for myocardial infarction
(MI), 1.03 (95% CI 0.89–1.19) for angina, 1.45 (95% CI 1.35–
1.56) for peripheral vascular disease, 1.14 (95% CI 1.01–1.27)
for cerebral ischemia of arterial origin, and 1.79 (95%CI 1.56 to
2.05) for venous thromboembolism (VTE). However, restric-
tion to prospective MI studies only did not conﬁrm the
association (OR 1.01; 95% CI 0.84–1.23), although these
studiesmayhave failed to capture early-onset disease.ForVTE,
using a combined group of OO/A2A2/A2O as index, the
combination of A1A1/A1B/BB gave an OR of 2.44 (95% CI
1.79–3.33) and A1O/ BO/A2B an OR of 2.11 (95% CI 1.66–
2.68). Conclusions: This study conﬁrms the historical impres-
sion of linkage between some vascular disorders and non-O
blood group status. Although the odds ratios are similar to
those predicted by the eﬀect of ABO(H) on von Willebrand
factor levels, furtherwork is required to assess risk prospectively
and to reﬁne the eﬀect of reducing O(H) antigen expression on
thrombosis. However, as non-O and particularly A1A1, A1B,
BB constitute a signiﬁcant proportion of the population
attributable fraction of VTE, there may be a role for more
widespread adoption of ABO(H) typing in testing strategies.
Introduction
Theassociationbetween thrombosis andABO(H)bloodgroups
has a long history suggesting that non-O blood groups confer a
higher risk of myocardial infarction (MI), angina, peripheral
vascular disease (PVD), cerebral ischemia of arterial origin
(CIAO), and venous thromboembolism (VTE) than group O.
However, no consensus exists regarding whether these associ-
ations are real, what its magnitude is, whether such associations
affect all vascular disease equally, whether they result from a
protection byO(H) (or a deleterious effect of groupA), whether
the association is causal and what utility there is in including
ABO(H) as part of testing to identify those at risk.
Such a link is plausible as ABO(H) determinants occur on
factor (F) VIII and von Willebrand factor (VWF), with the
lowest VWF levels seen in those of genotype OO and the
highest in those with the least O(H) antigen expression (i.e. AA,
AB and BB) [1]. Although ABO(H) may also inﬂuence
activated protein C resistance [2], no consistent relationship
with cholesterol [3,4] or other coagulation markers [4–7] has
been proven. Thus, estimating whether the strength of associ-
ation between ABO(H) type and thrombosis is similar to that
predicted by the known relationship between VWF/FVIIIc
levels and disease would add considerable weight to the
hypothesis that these factors are causal. We have therefore
performed a systematic review and meta-analysis of the studies
reporting associations between ABO(H) blood group and MI,
angina, PVD, CIAO and VTE.
Methods
Search strategy and selection criteria
An extensive search was performed on all major electronic data
bases from inception toMay 2007:MEDLINE, EMBASE, the
Cumulative Index to Nursing and Allied Health Literature
print index (CINAHL), and Ovid OLDMEDLIINE (1950–
1965). Relevant keywords and permutations of search terms
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relating to blood group were combined with those relating to
vascular disease (Table S1). This was supplemented by using
the Web of Science data base to generate a list of articles that
cited identiﬁed original studies. In addition, we also carried out
hand searching of reference lists and recent thrombosis
conference proceedings (including the British Society for
Haematology, the British Society for Haemostasis and Throm-
bosis, The European Haematology Association and the
International Society for Haemostasis and Thrombosis).
All prospective and retrospective studies meeting the
following criteria were included: (i) a population that included
those who had been ABO(H) typed; (ii) clinical outcomes
included measures of incidences of MI, angina, PVD, CIAO
and VTE; and (iii) extractable data that deﬁned the blood
groups as either A, B, AB andO, groupO and non-O, or group
A and non-A. Although we focused on English language
studies, studies were not excluded on the basis of language.
Data abstraction and study quality assessment
One author (PC) screened abstracts and excluded irrelevant
references and the remaining studies were retrieved in full
(Fig. S1). Subsequently, two authors independently reviewed
and extracted data on study design, patient characteristics and
outcome deﬁnitions from these studies according to a prede-
ﬁned protocol. In addition, the quality of the studies included
in the review was also assessed using a validated generic
checklist designed for quantitative studies [8]. This checklist
included 14 criteria, which are consistent with the recommen-
dations from the Centre for Reviews and Dissemination
(CRD), and the consensus statement ofmeta-analysis reporting
observational studies in epidemiology [9,10]. Any disagreement
relating to study inclusion, data extraction or quality assess-
ment was resolved by discussion.
Statistical analysis
Meta-analysis was carried out and pooled risks of blood group
non-O relative to group O were calculated for all ﬁve outcomes
based on the random effects model [11]. All the results were
expressed as odds ratios (ORs), with values >1.0 indicating an
increased risk of the outcome associated with group non-O.
Where possible, secondary analysis was conducted to deter-
mine the risk of group A relative to O and relative to non-A
(data not shown). A2 cells have higher O(H) antigen expression
than A1 [12] and A2O and A2A2 groups have the lowest of all
non-O FVIII levels [13]. Correspondingly, to determine the
effect of the least expression of the O(H) antigen (and
potentially the highest FVIII/VWF levels) on thrombotic risk
we also analyzed available data coding A2 with O. Thus, the
risk associated with carriage of a combined group of OO, A2O
and A2A2 relative to heterozygote O genotypes (A1O, BO and
A2B) and also relative to a combined group of A1A1, A1B and
BB was determined for all primary outcomes.
Heterogeneity between studies was examined with standard
chi-square tests. In addition, the I2 statistic was also calculated
[14]. Where appropriate, the extent of study variables inﬂuenc-
ing the heterogeneity in the effects was explored by ﬁttingmeta-
regression models [15]. The variables considered in the model
were: the year of publication, retrospective or prospective study
design, the presence of objective diagnosis of clinical outcome
and whether the control group was selected from a similar
population to the group with events. The association between
study size and results was examined in funnel plots by plotting
odds ratios against their standard error and asymmetry was
measured by the asymmetry coefﬁcient [16]. Sensitivity/inﬂu-
ence analysis was performed by repeating the meta-analysis,
but omitting one study at a time to exclude dominance of any
one study. Analyses were performed in Rev Man (Cochrane
Collaboration) and Stata version 9.0 (StataCorp LP, College
Station, TX, USA).
Results
Of 256 studies retrieved from the initial search, 59 met the
inclusion criteria and were included. Variation in the methodo-
logical quality of the studies was observed (Fig. S2). The key
limitations to MI/angina studies were not reporting result
uncertainty (12 studies) [17–28] and a lack of control for
potential population stratiﬁcation (12 studies) [17,22–24,26–
33]. For PVD, no study reported result uncertainty and/or
provided detailed demographic data [21,34–40]. Studies on
CIAO were generally of good quality, although four did not
deﬁne CIAO using modern imaging [21,41–43]. For VTE
studies, the majority did not report detailed demographic data
[44–57], whilst others failed to comprehensively adjust for
potential population stratiﬁcation [13,44–58], or employed an
insufﬁcient sample size [46,50,54,55].
Myocardial infarction and angina
Of the 22 MI studies included, 5 were conducted prospec-
tively; 11 employed objective diagnosis and 14 used controls
from a comparable population (Table S2). Nine reported a
signiﬁcant increase in the risk of MI with non-O
[17,18,22,23,25,30,32,33, 59], whilst one reported a reduced
risk [60]. Overall (Fig. 1), non-O was associated with an
increased risk in MI (pooled OR 1.25; 95% CI 1.14–1.36);
however, there was evidence of heterogeneity (P <0.0001),
with a moderate proportion of the total variation in the
estimated effect due to between-study heterogeneity (I2 67%).
Meta-regression revealed that the effect of blood group non-O
on MI risk was inﬂuenced by whether the studies were
conducted retrospectively or prospectively (P = 0.04), with
separate analysis showing that retrospective studies are
associated with a greater risk estimate than prospective ones
(OR 1.33, 95% CI 1.21–1.46 vs. OR 1.01, 95% CI 0.84–1.23).
The funnel plot appeared asymmetric, but analysis did not
show any signiﬁcant bias due to study size. Using group O as
an index, based upon 19 studies, group A was associated with
a similar increase in MI risk (OR 1.29, 95% CI 1.16–1.45) to
that observed with non-O (Fig. 2).
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For angina, three of the eight studies were prospective
[20,21,31], four employed objective diagnosis [20,26,32,33] and
three [20,21,60] compared cases with similar controls. None
reported signiﬁcant ﬁndings, and no overall effect was found
when the study ﬁndings were pooled (Fig. 1, OR 1.03, 95% CI
0.89–1.19). There was no evidence of heterogeneity (P = 0.28)
and the individual study estimates were relatively consistent
(I2 18%). Due to the small number of studies meta-regression
Fig. 1. The individual study odds ratios (with 95% conﬁdence intervals) and the results of the meta-analysis of blood groups non-O relative to O
for myocardial infarction (MI), angina, venous thromboembolism (VTE), peripheral vascular disease (PVD) and cerebral ischemia of arterial origin
(CIAO) are shown.
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was not performed to avoid data over-ﬁtting. Data on group A
were available in six studies and, with the exception of one [20],
none reported statistically signiﬁcant ﬁndings (Fig. 2), with no
overall effect of group A relative to O observed in pooled
analysis (OR 1.09, 95% CI 0.91–1.30).
Peripheral vascular disease
Eight studies reported an increased risk of PVD with non-O
(Fig. 1), with 4 employing an objective diagnosis [35,36,39,40]
and three [21,35,38] using similar controls (Table S3). The
Fig. 2. The individual study odds ratios (with 95% conﬁdence intervals) and the results of the meta-analysis of blood groupA relative to O for myocardial
infarction (MI), angina, venous thromboembolism (VTE), peripheral vascular disease (PVD) and cerebral ischemia of arterial origin (CIAO) are shown.
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pooled OR for the risk of PVD for non-O relative to O was
1.45 (95% CI 1.35–1.56). There was no evidence of hetero-
geneity (P = 0.93) and the ﬁndings of the individual studies
were highly consistent (I2 0%). Meta-regression was not
performed due to the small number of studies. All 8 studies
provided data on group A (Fig. 2), and a similar increase in
PVD risk was found in group A relative to O (OR 1.44;
95%CI 1.19–1.74).
Cerebral ischemia of arterial origin
Four of the seven studies with CIAO data employed an
objective diagnosis [21,41–43] (Table S4). However, although
only one reported statistically signiﬁcant ﬁndings, all reported
an increased risk of CIAO. Pooling the studies (Fig. 1) showed
that non-O signiﬁcantly increased the risk of CIAO (OR 1.14,
95% CI 1.01–1.27). There was no evidence of heterogeneity
(P = 0.49) and the ﬁndings of the individual studies were
highly consistent (I2 0%). Meta-regression was not carried out
to explore heterogeneity further due to the small number of
studies. Only one of the seven did not provide data on group A
(Fig. 2). The pooled OR for group A relative to O was similar
to that for non-O (OR 1.15, 95% CI 1.01–1.31).
Venous thromboembolism
Of the 21 studies included in the VTE analysis, 3 were carried
out prospectively [49,50,61], 10 employed objective diagnosis
[13,44,47–49,58,61–64] and 14 [13,45,46,50–52,54,57,58,61,63–
66] used controls from a comparable population (Table S5).
With the exception of three [45,52,57], all reported a signiﬁcant
increase in VTE risk with non-O, with ORs from 1.26 to 3.92.
Overall, the pooled OR was 1.79 (95% CI 1.56–2.05),
indicating a signiﬁcant increase in VTE risk associated with
non-O. However, signiﬁcant heterogeneity was present
(P < 0.0001) and the ﬁndings of the individual studies were
highly inconsistent (I2 76%). Meta-regression showed that
none of the study-level variables had a signiﬁcant inﬂuence on
the risk estimate. However, the funnel plot was asymmetric and
there was evidence of bias based on both the Egger weighted
regression method (P = 0.000) and Beggs rank correlation
method (P = 0.004). Based on 17 studies [13,44,45,47–
58,63,65], similar results to that for non O/O comparisons
were observed for group A relative to O (Fig. 2, pooled OR
1.63, 95% CI 1.40–1.89).
When the data were restricted to VTE subjects who also
carried factor VLeiden (FVL) [13,46,61,66], a greater impact of
non-O on VTE risk was observed, giving a pooled OR of 3.88
(95% CI 2.51–6.00).
Blood group genotypes were available from three studies
[13,44,63]. A combined group of A1O/BO/A2B was associated
with a 2.11 increased VTE risk (95% CI 1.66–2.68) when
compared with the combined OO/A2A2//A2O group. There
was no evidence of heterogeneity (P = 0.23) and the ﬁndings
of the studies were relatively consistent (I2 33%). The VTE risk
when those with the least O(H) antigen expression (a combined
group of A1B/A1A1//BB) were compared with the OO/A2A2,/
A2O group was 2.44 (95% CI 1.79–3.33). Similarly, there was
no evidence of heterogeneity (P = 0.58) and the ﬁndings of the
studies were highly consistent (I2 0%).
Sensitivity analysis
For each of the primary outcomes, sensitivity/inﬂuence
analysis showed that the results remained consistent and no
individual study appeared to signiﬁcantly inﬂuence any of the
ﬁndings.
Discussion
In this study we compared non-Owith groupO, as groups AA,
BB and AB have a similar effect on circulating VWF [67],
which might indicate protection by the O(H) antigen, rather
than a thrombotic effect of a particular non-O group.
However, as some studies have found a particular effect of
group A [18,20,22], analysis of A compared with both O and
non-A (data not shown) was also performed. In both cases and
for all disorders, remarkably similar ORs were observed to that
of non-O/O comparisons, with a considerable overlap in the
95% conﬁdence intervals.
For MI, the non-O risk is restricted to retrospective studies,
with no overall effect observed in prospective cohorts.
Although ABO(H) is determined at birth, retrospective studies
can only be performed on survivors, which could potentially
indicate a survival advantage of non-O groups after MI.
However, prospective studies may have excluded early-onset
disease, as four of the ﬁve excluded those with pre-existing
ischemic heart disease at inception [20,21,60,68]. Interestingly,
in the one study that did not [30], a signiﬁcant increase in
MI was associated with non-O (OR 1.22, 95% CI 1.04–1.43).
That no increase in the risk of angina was observed either
individually, or in meta-analysis, may indicate that ABO(H)
has no effect on the pathogenesis of atheroma, but only
inﬂuences thrombus formation. The results observed may,
however, reﬂect the poor or relatively non-speciﬁc clinical
diagnostic criteria employed in many studies [21,25,28,33].
Despite heterogeneity between studies, the majority of VTE
investigations reported an increased VTE risk associated with
non-O, giving a pooled OR of 1.75 (95% CI 1.51–2.03). This
heterogeneity, however, was not explained by study variables,
although there is insufﬁcient information from available
studies to exclude an effect of ethnicity. Restricting the data
to those carrying FVL [13,46,61,66], gave a greater pooled
OR of 3.88 (95% CI 2.51–6.00). However, as yet, no study
has reported any similar interaction with the prothrombin
20210A mutation [47,61]. The studies of VTE also gave an
opportunity to study whether there might be a dose-response
effect of the O(H) antigen on VTE occurrence. Using OO
genotypes (classifying A2 with O) as a baseline, the combined
group of A1A1/A1B/BB (the lowest O(H) expression), was
associated with a slightly higher VTE risk (OR 2.44, 95% CI
1.79–3.33) than heterozygote O genotypes (the combination of
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A1O/BO/A2B; OR 2.11, 95% CI 1.66–2.68). However,
perhaps resulting from the small amount of available data,
no signiﬁcant increase in the risk from the A1O/BO/A2B to
the A1A1/A1B/BB group was observed (OR 1.17, 95% CI
0.86–1.58).
For PVD, we observed a pooled OR of 1.45 (95% CI 1.35–
1.56) for non-O relative to O. Interestingly, whilst only some
used objective diagnosis [35,36,39,40], or comparable controls
[21,35,38], the ﬁndings were highly consistent. For CIAO,
pooling of the small number of available studies revealed that
blood group non-O produces a small, but signiﬁcant, increased
risk of CIAO (OR 1.14, 95% CI 1.01–1.27).
Arterial and venous thrombosis share a number of risk
factors/riskmarkers. In particular, higher levels of VWF/FVIII
are both risk markers and effectors of thrombus formation and
progression [69,70]. That ABO(H) status has a stronger
inﬂuence on VTE seems, at ﬁrst, surprising, as VWF is a
recognized risk factor/effector for coronary heart disease [71–
73]. However, a number of more classical risk markers/
effectors are more strongly linked with the disease than VWF
[74]. Moreover, although generally associated with increasing
age, VTE occurs (and more importantly is often reported) in
younger subjects in association with pregnancy, hormonal
therapy and surgery. A stronger genetic inﬂuence on younger-
onset disease is intuitive and, as noted above, a number of the
prospective cardiovascular risk studies excluded younger-onset
disease at inception. The more marked effect of MI and CIAO
on immediate survival (and therefore the distribution of
subjects available for recruitment to retrospective studies)
may also more markedly affect VTE than MI studies. The
ﬁnding of a similar degree of risk of PVD to that of VTE is,
however, compatible with the known association of increasing
levels of VWF and the presentation and progression of PVD
[75].
Although it seems likely that FVIII levels carry an additional
risk to that explained by ABO(H) and indeed not all ABO(H)
VTE risk is explained by FVIIIc levels [44,76], to be causal the
observed difference in risk between O and non-O types should
at least be in keeping with differences in the plasma levels of
VWF/FVIII between the groups and with the degree of
thrombosis risk that these plasma levels predict. As VWF/
FVIII is part of the acute phase response, the best estimates of
the effect of ABO(H) on VWF will be obtained from subjects
sampled before disease onset. Blood group O in normal
subjects is associated with VWF antigen levels of 65.4–
102.8 IU/dL [44,76], with most studies reporting mean levels
<90 IU/dL. In group A, B and AB subjects mean values
ranging from 90–139 IU/dL [[44,76] have been reported, with a
mean for the combined non-O group of 133.9 IU/dL reported
in one study [44]. Whincup and colleagues [77] have shown that
disease-free subjects with a VWF antigen of 90–126 IU/dL
have a 1.29-fold (95%CI 0.92–1.80) increased risk of non-fatal
MI/coronary artery disease death on follow-up when com-
pared with those with levels of <90 IU/dL. Although a crude
comparison, this result is consistent with the above effect of
non-O on VWF and on the odds ratio of non-O and MI
observed in the current study. For VTE, good prospective data
using SI units are lacking. One retrospective study has shown
that VWF antigen levels of 100–124.9 IU/dL are associated
with a 1.5-fold increased risk of VTE when compared with
levels <100 IU/dL [69]. Although this is consistent with the
OR for VTE and non-O that we have observed, prospective
examination of VWF/FVIIIc levels in SI units would be
required to conﬁrm a causal relationship between non-O
groups and VTE. The fact that we have observed a greater risk
in those with the least O(H) antigen expression would,
however, be consistent with causality.
Currently, ABO(H) determination is not universally
included as part of the suite of tests used to identify those
considered at particular risk of VTE. Although FVL and the
prothrombin 20210A mutation carry a higher relative risk
than non-O subjects, their population-attributable fraction
(PAF) in the UK is considerably smaller than that for non-
O subjects. By way of illustration, if the incidence of FVL
[2], non-O [78] and the combination group A1A1/A1B/BB
[12] is taken as 3.4%, 55.0% and 7.3%, respectively, and a
7-fold increase in VTE risk in heterozygote FVL carriers is
assumed, then the PAF for FVL would be 16.9%. By
comparison, from the current study non-O status would give
a PAF of 30.3%, with a PAF associated with the combined
group of A1A1/A1B/BB of 9.5%. This latter ﬁgure contrasts
with the prothrombin 20210A mutation, which occurs in at
most 2% of UK subjects [79] and carries a 2–5-fold relative
risk of VTE, resulting in a PAF of between 1.96 and 7.4%.
Although universal screening may not be cost- [80] or
clinically-effective, the addition of ABO(H) typing to selec-
tive screening programmes to identify those at risk with a
view to antithrombotic intervention (perhaps particularly
A1A1/A1B/BB subjects) may give useful information, both in
isolation and in combination with other routine thrombo-
philia testing.
The data included in this review span the last 45 years.
Interestingly, despite the general improvements in study
execution over that time, the publication year, the presence
or absence of objective diagnoses and the use of comparable
controls did not have signiﬁcant effects on the overall
conclusions of the review. However, further work is required
to reﬁne the risks observed, with more information from
prospective studies of MI/angina required. Moreover, the
potential for those with the least expression of the O(H) antigen
to have the highest VTE risk needs to be conﬁrmed, with
similar genotyping studies needed to assess any parallel effect in
MI, CIAO or PVD.
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abstract).
Please note: Blackwell Publishing is not responsible for the
content or functionality of any supplementary materials
supplied by the authors. Any queries (other than missing
material) should be directed to the corresponding author for
the article.
References
1 Jenkins P, ODonnell J. ABO blood group determines plasma von
Willebrand factor levels: a biological function after all. Transfusion
2006; 46: 1836–44.
2 Clark P, Sattar N, Walker ID, Greer IA. The Glasgow Outcome,
APCR and Lipid (GOAL) Pregnancy Study: signiﬁcance of pregnancy
associated activated protein C resistance. Thromb Haemost 2001; 85:
30–5.
3 OliverM, Cumming R, Geigerova H. Serum cholesterol and ABO and
Rhesus blood groups. Lancet 1969; II: 605.
4 Colonia V, Roisenberg I. Investigation of Associations between ABO
blood groups and coagulation, ﬁbrinolysis, total lipids, cholesterol and
triglycerides. Hum Genet 1979; 48: 221–30.
5 Stormorken H, Erikssen J. Plasma antithrombin III and factor VIII
antigen in relation to angiographic ﬁndings, angina and blood groups
in middle-aged men. Thromb Haemost 1977; 38: 874–80.
6 Rodeghiero F, Tosetto A. The VITA Project: population-based
distributions of protein C, antithrombin III, heparin-cofactor II and
plasminogen–relationship with physiological variables and establish-
ment of reference ranges. Thromb Haemost 1996; 76: 226–33.
7 Moeller A, Weippert-Kretschmer M, Prinz H, Kretschmer V. Inﬂu-
ence of ABO blood groups on primary hemostasis. Transfusion 2001;
41: 56–6.
8 Kmet L, Lee R, Cook L. Standard Quality Assessment Criteria for
Evaluating Primary Research Papers from a Variety of Fields. Ed-
monton: Alberta Heritage Foundation for Medical Research; HTA
Initiative #13, 2004.
9 NHS Centres for Review and Dissemination. Undertaking Systematic
Reviews of Research on Eﬀectiveness: CRDs Guidance for Those
Carrying out or CommissioningReviews. 2nd edn. York:University of
York; 2001.
10 Stroup D, Berlin J, Morton S. Meta-analysis of observational
studies in epidemiology: a proposal for reporting. Jama 2000; 283:
2008–12.
11 DerSimonian R, Laird N. meta-analysis in clinical trials. Control Clin
Trials 1986; 7: 177–88.
12 Daniels G. ABO, Hh and Lewis systems. Human Blood Groups.
Oxford: Blackwell Science Ltd; 2002. 7–98.
13 Morelli V, de Visser M, Vos H, Bertina R, Rosendaal F. ABO blood
group genotypes and the risk of venous thrombosis: eﬀect of factor V
Leiden. J Thromb Haemost 2005; 3: 183–5.
14 Higgins J, Thompson S, Deeks JJ, AltmanD.Measuring inconsistency
in meta-analysis. Br Med J 2003; 327: 557–60.
15 van Houwelingen H, Arends L, Stijnen T. Advanced methods in meta-
analysis: multivariate approach and meta-regression. Statistical Med-
icine 2002; 21: 589–624.
16 Stern J, Egger M, Davey-Smith G. Investigating and dealing with
publication and other biasis in meta-analysis. Br Med J 2001; 323:
101–5.
17 Viskum K, Astvad K, Fabricius-Bjerre N. Blood groups and acute
myocardial infarction. Dan Med Bull 1975; 22: 126–8.
18 Platt D, Muhlberg W, Keiehl L, Schmitt-Ruth R. ABO blood group
system, age, sex, risk factors and cardiac infarction. Arch Gerontol
Geriat 1985; 4: 241–9.
19 Pell S, DAlonzo C. A three year study of myocardial infarction in a
large population. J Am Med Assoc 1961; 175: 463.
20 Medalie J, Levene C, Papier C, Goldbourt U, Dreyfuss F, Oron D.
Blood groups, myocardial infarction and angina pectoris among
10,000 adult males. N Engl J Med 1971; 285: 1348–53.
21 Garrison R, Havlik R, Harris R, Feinleib M, Kannel W, Padgett S.
ABO blood group and cardiovascular disease. Atheroscler 1976; 25:
311–8.
22 Denborough M. Blood groups and ischaemic heart disease. Br Med J
1962; II: 927.
23 Nefzger M, Hrubec Z, Chalmers T. Venous thromboembolism and
blood group. Lancet 1969; I: 887.
24 Saha N, Toh C, Ghosh M. Genetic association in myocardial infarc-
tion. Ethnicity, ABO, Rh, Le (a), Xg (a) Blood groups, G6PD
deﬁciency and abnormal haemoglobins. J Med Genet 1973; 10: 340–5.
25 Srivastava B, Thakur C, Das M. ABO blood groups in relation to
ischaemic heart disease. J Indian Med Assoc 1966; 47: 261–2.
26 Maurer R, Hickey N, Mulcahy R. ABO and Rh blood groups in
patients with coronary heart disease. Irish Journal of Medical Science
7th series 1969; 2: 105–8.
27 van Hoote O, Kesteloot H. An epidemiological survey of risk factors
for ischaemic heart disease in 42,804 men. 1. – serum cholesterol value.
Acta Cardiol 1972; 27: 527–64.
28 Oliver M, Cumming R. Blood groups and heart disease. Br Med J
1962; II: 51.
29 Jick H, Dinan B, Herman R, Rothman KJ. Myocardial infarction and
other vascular diseases in young women. Role of estrogens and other
factors. Jama 1978; 240: 2548–52.
30 Whincup P, Cook D, Phillips A, Shaper A. ABO blood groups and
ischaemic heart disease in british men. Br Med J 1990; 300: 1679–82.
31 ErikssenJ,ThaulowE,StormorkenH,BrendemoenO,HellemA.ABO
blood groups and coronary artery disease (CHD): a study in subjects
with severe and latent CHD. Thromb Haemost 1980; 43: 137–40.
32 Bronte-Stewart B, Botha M, Krut L. ABO blood groups in relation to
ischaemic heart disease. Br Med J 1962; I: 1646–50.
33 Allan TM, Dawson AA. ABO blood groups and ischaemic heart
disease in men. Br Heart J 1968; 30: 377–82.
34 Weiss N. ABO blood type and arteriosclerosis obliterans. Am J Hum
Genet 1972; 24: 65–70.
35 Blann A, Seigneur M, Steiner M, Boiddeau M, McCollum C. Circu-
lating endothelial cell markers in peripheral vascular disease: rela-
tionship to the location and extent of atherosclerotic disease.Eur J Clin
Invest 1997; 27: 916–21.
36 Cronenwett J, Davis J, Edward Garrett H. ABO blood group and
serum lipids in female atherosclerosis. J Cardiovasc Surg 1983; 24: 658–
61.
37 Hall R, BunchG,Humphrey C. The frequencies of ABO blood groups
and secretors of ABH substances in peripheral atherosclerosis.
Atheroscler 1971; 14: 241–6.
38 MacAndrew R. Venous thrombo-embolism and blood group. Lancet
1969; I: 1263.
For Evaluation Only.
Copyright (c) by Foxit Software Company, 2004 - 2007
Edited by Foxit PDF Editor
39 Kingsbury K. Relation of ABO blood groups to atherosclerosis.
Lancet 1971; I: 199–203.
40 Norrgard O, Beckman G, Cedergren B. HLA antigens, blood groups
and serum protein groups in patients with intermittent claudication.
Hum Heredity 1989; 39: 192–5.
41 Sostaric V, Bozicevi D, Brinar V, Grbavac Z. Hereditary antigen
characteristics of blood in ischemic cerebrovascular accident. Neuro-
logia Croatica 1991; 40: 3–11.
42 Ionescu DA, Marcu I, Bicescu E. Cerebral thrombosis, cerebral
haemorrhage, and ABO blood-groups. Lancet 1976; 1: 278–80.
43 Herman B, Schmitz PI, Leyten AC, Van LJH, Frenken CW, Op De
Coul AA, Schulte BP. Multivariate logistic analysis of risk factors for
stroke in Tilburg, The Netherlands.Am J Epidemiol 1983; 118: 514–25.
44 Schleef M, Erwin S, Dick A, Frank J, Schramm W, Spannagl M.
Relationship between ABO and Secretor genotype with plasma levels
of factor VIII and von Willebrand factor in thrombosis patients and
control individuals. Br J Haematol 2005; 128: 100–7.
45 Carter YM, Caps MT, Meissner MH. Deep venous thrombosis and
ABO blood group are unrelated in trauma patients. J Traum Injury
Infection & Critical Care 2002; 52: 112–6.
46 Robert A, Aillaud MF, Eschwege V, Randrianjohany A, Scarabin Y,
Juhan-Vague I. ABO blood group and risk of venous thrombosis in
heterozygous carriers of factor V Leiden. Thromb Haemost 2000; 83:
630–1.
47 Gonzalez OAJ, Medina RJM, Martin L, Alvarez V, Coto E. The O
blood group protects against venous thromboembolism in individuals
with the factor V Leiden but not the prothrombin (factor II G20210A)
mutation. Blood Coag Fibrinol 1999; 10: 303–7.
48 Wautrecht JC, Galle C,Motte S, Dereume JP, DramaixM. The role of
ABO blood groups in the incidence of deep vein thrombosis. Thromb
Haemost 1998; 79: 688–9.
49 Nordstrom M, Lindblad B, Bergqvist D, Kjellstrom T. A prospective
study of the incidence of deep-vein thrombosis within a deﬁned urban
population. J Internal Med 1992; 232: 155–60.
50 Robinson WM, Roisenberg I. Venous thromboembolism and ABO
blood groups in a Brazilian population. Hum Genet 1980; 55: 129–31.
51 Talbot S, Wakley E, Langman M. A1, A2, B and O blood groups,
Lewis blood groups and serum triglyceride and cholesterol concen-
trations in patients with venous thrombo-embolic disease.Lancet 1972;
I: 1152–4.
52 Arthes F. An epidemiologic survey of hospitalised cases of venous
thrombosis and pulmonary embolism in youngwomen.MillabndMem
Fund Q 1972; 50(Suppl. 2): 233–43.
53 Talbot S, Wakley E, Ryrie D, Langman M. ABO blood groups and
venous thromboembolic disease. Lancet 1970; I: 1257–9.
54 Jick H, Slone D, Westerholm B, Inman WH, Vessey MP, Shapiro S,
Lewis GP, Worcester J. Venous thromboembolic disease and ABO
blood type. A cooperative study. Lancet 1969; 1: 539–42.
55 Westerholm B, Wiechel B, Eklund G. Oral contraceptives, venous
thromboembolic disease and ABO blood type. Lancet 1971; II: 664.
56 Dick W, Schneider W, Brockmuller K, Mayer W. Interrelations of
thrombo-embolic diseases and blood group distribution.ThrombDiath
Haemorrh 1963; 9: 472–4.
57 Johnson R, Green J, Charnley J. Pulmonary embolism and its pro-
phylaxis following the Charnley total hip replacement. Clin Orthop
1977; 127: 123–32.
58 Mercier B, Oger E, Le Gal G, Mottier D, Ferec C. Phenotypic but not
allelic ABO blood group association with risk of venous thrombosis.
Thromb Haemos 2005; 93: 388–9.
59 Tanis B, Algra A, van der Graaf Y, Helmerhorst F, Rosendaal FR.
Procoagulant factors and the risk of myocardial infarction in young
women. Eur J Haematol 2006; 77: 67–73.
60 Suadicani P, Hein HO, Gyntelberg F. Socioeconomic status, ABO
phenotypes and risk ischaemic heart disease: an 8 year follow-up in the
Copenhagen Male study. J Cardiovasc Risk 2000; 7: 277–83.
61 Ohira T, Cushman M, Tsai M, Zhang Y, Heckbert S, Zakai N,
Rosamond WD, Folsom AR. ABO blood group, other risk factors
and incidence of venous thromboembolism: the longitudinal investi-
gation of Thromboembolism Etiology (LITE). J Thromb Haemost
2007; 5: 1455–61.
62 Larsen S, Anthonisen B, Marquardsen J. Cerebral infarction, cerebral
haemorrhage, and ABO blood-groups. Lancet 1977; 1: 1064.
63 Tirado I, Mateo J, Soria J, Oliver A, Martinez-Sanchez E, Vallve C,
Borrell M, Urrutia T, Fontcuberta J. The ABO blood group genotype
and factor VIII levels as independent risk factors for venous throm-
boembolism. Thromb Haemost 2005; 93: 468–74.
64 Vormittag R, Bencur P, Ay C, Tengler T, Vukovich T, Quehenberger
P, Mannhalter C, Pabinger I. Low-density lipoprotein receptor-related
protein 1 polymorphism 633 C>T aﬀects clotting factor VIII activity
and increases the risk of venous thromboembolism. J ThrombHaemost
2007; 5: 497–502.
65 Larsen T, Johnsen S, Gislum M, Moller A, Larsen H, Sorensen H.
ABO blood groups and risk of venous thromboembolism during
pregnancy and the puerperium. A population-based, nested case-
control study. J Thromb Haemost 2005; 3: 300–4.
66 Procare-GEHT group. ABO blood group but not haemostatic genetic
polymorphisms signiﬁcantly inﬂuence the thrombotic risk: a study of
180 homozygotes for the Factor V leiden mutation. Br J Haematol
2006; 135: 697–702.
67 Thompson S, Kienast J, Pyke S, Haverkate F, van de Loo J. Hemo-
static factors and the risk of myocardial infarction or sudden death in
patients with angina pectoris. N Engl J Med 1995; 332: 635–41.
68 Meade T, Cooper J, Stirling Y. Factor VIII, ABO blood group and the
incidence of ischaemic heart disease. Br J Haematol 1994; 88: 601–7.
69 Koster T, BlannAD, Briet E, Vandenbroucke JP, Rosendaal FR. Role
of clotting factor VIII in eﬀect of vonWillebrand factor on occurrence
of deep-vein thrombosis. Lancet 1995; 345: 152–5.
70 Nossent AY, van Marion V, van Tilburg NH, Rosendaal FR, Bertina
RM, van Mourik JA, Eikenboom HCJ. von Willebrand factor and its
propeptide: the inﬂuence of secretion and clearance on protein levels
and the risk of venous thrombosis. J Thromb Haemost 2006; 4: 2556–
62.
71 Folsom A, Wu K, RosamondW, Sharrat A, Chambles L. Prospective
study of hemostatic factors and incidence of coronary heart disease: the
Atherosclerosis Risk in Communities (ARIC) study. Circulation 1997;
96: 1102–8.
72 Blann A, Miller J, McCollum C. von Willebrand factor and soluble
E-selectin in the prediction of cardiovascular disease progression in
hyperlipidaemia. Atheroscler 1997; 132: 151–6.
73 Ruggeri Z, Dent J, Saldivar E. Contribution of distinct adhesive
interactions to platelet aggregation in ﬂowing blood. Blood 1999; 94:
172–8.
74 Danesh J, Wheeler J, Hirschﬁeld G, Eda S, Eiriksdottir G, Rumley A,
Lowe GD, Pepys MB, Gudnason V. C-reactive protein and other
circulating markers of inﬂammation in the prediction of coronary
heart disease. N Engl J Med 2004; 350: 1387–97.
75 Smith E, Lowe G, Lee A, Rumley A, Leng G, Fowkes F. Smoking,
hemorheologic factors and progression of peripheral arterial disease in
patients with claudication. J Vasc Surg 1998; 28: 129–35.
76 ODonnell J, Laﬀan M. The relationship between ABO histo-blood
group, factor VIII and von-Willebrand factor. Transfusion Med 2001;
11: 343–51.
77 Whincup P, Danesh J, Walker M, Lennon L, Thomson A, Appleby P.
von Willebrand factor and coronary artery disease. Eur Heart J 2002;
23: 1764–70.
78 Ikin E, Prior A, Race R, Taylor G. The distribution of A1A2BO blood
groups in England. Ann Eugen 1939; 9: 409–11.
79 Walker I, Greaves M, Preston A. Investigation and management of
heritable thrombophilia. Br J Haematol 2001; 114: 512–28.
80 Clark P, Twaddle S, Walker I, Scott L, Greer I. Cost-eﬀectiveness of
screening for the factor V Leiden mutation in pregnant women.Lancet
2002; 359: 1919–20.
For Evaluation Only.
Copyright (c) by Foxit Software Company, 2004 - 2007
Edited by Foxit PDF Editor
